The production of actinomycosis in experimental animals with pure cultures of Actinomyces israelii was first clearly described in 1891 by Wolff and Israel (14) . They were able to produce typical actinomycotic lesions in 18 rabbits and three guinea pigs. Typical grains with mycelial filaments and clubbing were present in most lesions. Since that time numerous workers (1, 4, 5, 8, 11, 15) , have obtained similar results with various animals. Irregular or poor results have been obtained by other workers (3, 10, 12) .
Although numerous attempts utilizing pure cultures of A. isrealii have been made to produce actinomycosis in the experimental animal, few attempts have been made to produce infections with A. naeslundii. Howell et al. (6) used three strains of A. naeslundii to inject 28 (21-to 25-dayold) hamsters intraperitoneally to test for pathogenicity. In two animals, one sacrificed after 8 days and the other after 14 days, a solitary nodule approximately 1 mm in diameter was found on the peritoneal lining of the body wall. Actinomycetes were demonstrated in smears from each lesion. Using white mice as the experimental animals and one strain of A. naeslundii, Buchanan and Pine (1) were able to produce infections in seven of 16 mice inoculated intraperitoneally Four of the seven infected mice had only small lesions on the peritoneal wall or at the point of inoculation. The other three infected mice had lesions that were much more extensive. Two mice had encapsulated abscesses with diameters greater than 2 cm, one on the intestine and the other on the liver, and a number of other small abscesses. The third mouse had a large intestinal abscess and also small abscesses on the liver and mesentery.
During the past several years at the National Communicable Disease Center (NCDC, Atlanta, Ga.), A. naeslundii has been isolated from human clinical materials other than the human mouth which is considered its normal habitat (9, 13) . These isolations have led to the question of the possible role of A. naeslundii as an agent of human actinomycosis. In a previous report (2) , five isolates of A. naeslundii from the normal mouth and seven from pathological clinical materials have been characterized morphologically, biochemically, and serologically, and were found to be essentially similar. The present study was undertaken to investigate the pathogenic potentialities of these same 12 isolates of A. naeslundii and to compare the pathogenicity of these organisms for mice to 12 isolates of A. israelii. The mice were sacrificed routinely 10 to 15 days after inoculation. A. israel/i strains W749, W750, and W825 and A. naeslundii strains X569 and W752 were maintained up to eight weeks before autopsy to determine whether infection would kill the animals and whether the lesions would persist.
MATERIALS AND METHODS
Smears for Gram strains and fluorescent antibody (FA) studies were made of purulent material found in the lesions. In some instances, tissue sections were made for histo-pathological studies. The extent of the infection was graded according to the following scale: 0, no lesions found; 1+, abscess at point of inoculation only; 2+, abscesses on peritoneal surfaces and in mesenteries; 3+, above with abscesses 10 mm or more in diam in the area of spleen and stomach; 4+, above with lesions on the liver, diaphragm, or both; 5+, above with lesions in the pleural cavity.
Only abscesses containing gram-positive, morphologically typical organisms (Fig. 1) (Table 3) . Of these, 44 (41.9%) were of 3-5+ severity. Figure 2 illustrates 4 + lesions on the liver and spleen of a mouse inoculated with A. naeslundii and found dead on the 11th day after inoculation. The distribution of lesions was similar to that produced by A. israelii, except that in one mouse inoculated with A. naeslundii W821, a large lesion developed in the pleural cavity in addition to those in the abdominal area. The pleural lesion consisted of an abscess that completely encompassed the upper half of the right lung (Fig. 3) . Upon lesions. The remainder of the mice showed no apparent ill effects from the injections. Of 10 mice held for eight weeks, six showed no lesions, three had 1+ lesions and one had 2+ lesions. This suggested that in animals surviving this period of time, the lesions were spontaneously regressing.
Granules without clubbing were found in some exudates and histologic sections ( Fig. 4a and b Table 4 , the lesions were somewhat more extensive with A. israelii, the majority of mice showing lesions of 3-4+ severity. With A. naeslundii, the majority of mice showed lesions of 2-3 + severity, only 6.0% showing 4-5 + lesions as compared to 37.9% with A. israelii. The lesions produced by these two species did not differ greatly. The only significant difference was that the A. naeslundii strains tested produced granules without clubs, whereas with many of the A. israelii strains, typical granules with clubbing were commonly seen.
